In clinical cardiology, therapy for the most part is still primarily palliative, whereas relatively few procedures are truly curative. In the early days of invasive electrophysiology, clinicians were excited about the ability to induce supraventricular tachycardia with single, critically timed atrial extrastimuli.1 Soon thereafter, a whole array of mechanisms that induced these tachycardias became evident. Tachy 
Unfortunately, present ablative procedures are not sufficiently precise to allow for sole disruption of target areas within the heart. Hence, putative ablation of the right bundle branch will likely result in associated damage to the summit of the ventricular septum as well as other portions of the specialized conduction system. Could the relatively nonselective, high-energy shocks disrupt an AV nodal reentrant circuit or a concealed right nodoventric-ular tract? The answer to these questions is obviously unknown, but the remarkable ability to consistently achieve tachycardia control parri-passu with disruption of right bundle branch conduction makes the authors' hypothesis far more likely than the alternative possibilities.
My critical comments should in no way detract from the clinical importance of their observations. It provides clinical electrophysiologists with a potential Rosetta stone for more precise delineation of the tachycardia circuit for patients with ventricular tachycardia and for application of 
